Individual patients with inflammatory bowel disease are sometimes seen to have considerable weight loss, diminution of muscle mass, and hypoalbuminaemia. The assessment of nutrition has been comprehensively covered but, nevertheless, it seems relevant to present some hitherto unpublished data collected at St Mark's Hospital during 1977-8.
Thirty three patients who were admitted to hospital for treatment of ulcerative colitis of varying extent and severity were questioned as to what they regarded as their "normal" weight, and previous outpatient records were examined to corroborate this estimate. The patients were then weighed and weight loss estimated. All but four of the patients had weight loss, ranging from 0-25 to 17 kg.
Twenty four of these patients underwent measurements of the mid upper arm circumference and of skin thickness using a steel tape and a Holtain caliper at combinations of the standard biceps, triceps, infrascapular and suprailiac sites. The arm muscle circumference was calculated, as described by Gurney and Jelliffe.' The body fat content was estimated from the skin fold measurements using If dietary nitrogen input were maintained at normal levels and ureagenesis compensated for the difference between intake and faecal losses it might be predicted that negative nitrogen balance would not occur until stool nitrogen losses exceeded about 5 g. In other words a normal dietary nitrogen intake might be considered to be sufficient for all but the most severely ill patients with colitis, but patients with colitis would have a greatly reduced dietary reserve and would tend to go into negative nitrogen balance if there were any fall in their intake. This concept is supported by the data gathered from three patients studied in the era before steroids,5 in which two patients maintained positive, or zero balance, on intakes of nitrogen of 12 6 g and 11-5 g despite respective faecal losses of 8-2 g and 3 0 g. In the first case balance was achieved by daily urine losses of nitrogen diminishing to 4*5 g. A third patient, however, was in negative nitrogen balance with an intake of 4-4 g, a faecal output of [6] [7] [8] Serum concentrations of certain proteins like orosomucoid, C-reactive protein, and acid glycoprotein, the acute phase reactants, rise in active inflammatory bowel disease and fall with treatment.26 27 C-reactive protein and serum amyloid A protein concentrations tend to be higher in Crohn's disease than in ulcerative colitis, and the increase of the latter may be related to amyloid deposition,28 which occurs in Crohn's disease but has not been described in ulcerative colitis.
Conclusion
The protein metabolism of the various tissues of the body will respond to the various differing stimuli that may occur in inflammatory bowel disease. The net nitrogen intake (intake minus faecal losses) will be one of the most important influences. Protein deprivation may produce different effects to starvation. "' Specific nutrient deficiencies like zinc29 and potassium and calcium depletion3" will influence protein metabolism. There will be the effect of the patient's nutritional state 
